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Effect and mechanism of Sanqi danshen tablets in the treatment of non-alcoholic fatty liver disease
LEI Yutian, FENG Dan, CHEN Xinli, YANG Yuan, WU Hui (Dept. of Clinical Pharmacy Center, the First
Affiliated Hospital of Kunming Medical University, Kunming 650032, China)

ABSTRACT OBJECTIVE To investigate the potential mechanism of Sanqi danshen tablets in the treatment of non-alcoholic
fatty liver disease (NAFLD). METHODS Core targets of Sanqi danshen tablets in the treatment of NAFLD were explored by
network pharmacological methods. Gene ontology (GO) functional enrichment analysis and Kyoto Encyclopedia of Genes and
Genomes (KEGG) pathway enrichment analysis were also performed. Based on the results obtained from network pharmacological
studies, using SD rats as subjects, the NAFLD model was induced by feeding them high-fat diet. The effects of Sanqi danshen
tablets on pathological changes such as lipid droplet vacuoles and lipid accumulation in the liver tissue of NAFLD rats, as well as
its impact on relative indicators of lipid metabolism, inflammatory responses and oxidative stress, were investigated. RESULTS A
total of 20 core targets for the treatment of NAFLD with Sanqi danshen tablets were screened, primarily involved in GO functions
such as biological regulation, cellular membrane and binding, and enriched in signaling pathways related to inflammatory
responses, oxidative stress and lipid metabolism. Compared with the model group, lipid droplet vacuoles were reduced significantly
in low-dose, medium-dose, high-dose groups of Sanqi danshen tablets and positive control (simvastatin) group, the number of
lipid droplets decreased significantly and the color became lighter. The contents of total cholesterol, triglyceride (except for medium-
dose group of Sanqi danshen tablets), aspartate transaminase, alanine transaminase, tumor necrosis factor-a (except for low-dose
group of Sanqi danshen tablets) , interleukin-17 (except for Sanqi danshen tablets groups) and malondialdehyde (except for low-
dose group of Sangi danshen tablets) in liver tissue were significantly decreased, while the content of superoxide dismutase was

significantly increased (P<<0.01 or P<C0.05). CONCLUSIONS Sangi danshen tablets exert anti-inflammatory, antioxidant and

lipid metabolism regulating effects by influencing the levels of
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TCMSP $t4f 27 ik — 20K 2= B A M L 436 iz 1) H Ak
1, RIS P B 43 A T 40 05, 36 249 4>, #RJ5 , A “non-
alcoholic fatty liver disease” “NAFLD” }y 5 in] , 7E Gene-
Cards 4 J%£ (https : //www. Genecards.org) . OMIM A 4§
J%¢ (https : //omim.org/) A1l DrugBank ZUHE £ (https : //www.
drugbank.com/) HH R 2B HE A XK R G5 R TS,
FRAF NAFLD A #5361 1284, i i Lk s
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2.2.2 WUt

TARRGH G, SHARBESE AFK 12 h, FREK
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*x1 BAXBRIFEALTBTC. TG AST . ALT . TNF-a .IL-17.SOD MDA S &t E (x +5,n=8)

415 TC/(nmollL) TG/(nmol/L) AST/(UIL) ALT/(UL) TNF-o/(pg/mL) 1L-17/(pg/mL) SOD/(U/mg) MDA/ (nmol/mL)
TR 553611867 033£17.72 152,00+ 17.84 348703581 UTH0£2291 54750£3791 101481842 0944042
A 93.54£430° 114202307 491501 63.65° 463.50£4.05° 343.00£ 193¢ 667.20£50.82° 77881544 1.93£022
“LASRIREA 46841504 7180+ 16.88° 179204 59.81° 337.00£2687° 288.50+28.01 563.10+155.10 112.67£20.74 1.60£022
“LRAShE 499241003 §3.05 24,66 198.80+80.90° 369.00+ 1434 244.60+2126° 607.20+63.20 1238241481 1064039
SLASHERRL 31294891 700842542 741 £7749 35220+ 1830° 25601803 610.90+77.90 1139451191 048+031°
iRt 2 0961359 718242557 195.10£39.96" 362.80£ 1867 2191042137 555.10£76.09 10175 £ 15.68° 061£040°

a: SXTIRA LR, P<<0.01;b: S HAR, P<<0.01;c: SHEHIL HuA, P<<0.05,
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1 NAFLD S8 R 4 98 0E S ™o TL-17 32 255 1 1%
AL #Z K F kB (nuclear factor-kB, NF-kB) {55 [ A & 14
PERAEH , 1M NF-xB #0800 5 7] 8755 5 i 20 H 5~ IL-
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